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S U M M A R Y
The convergence between tuberculosis (TB) and diabetes mellitus (DM) will represent a major public
health challenge in the near future. DM increases the risk of developing TB by two to three times and also
increases the risk of TB treatment failure, relapse, and death. The global prevalence of DM is predicted to
rise signiﬁcantly in the next two decades, particularly in some of the low- and middle-income countries
with the highest TB burden. Migration may add further complexity to the effort to control the impact on
TB of the growing DM pandemic. Migration may increase the risk of DM, although the magnitude of this
association varies according to country of origin and ethnic group, due to genetic factors and lifestyle
differences. Migrants with TB may have an increased prevalence of DM compared to the native
population, and the risk of TB among persons with DM may be higher in migrants than in autochthonous
populations. Screening for DM among migrants, screening migrants with DM for active and latent TB, and
improving access to DM care, could contribute to mitigate the effects of DM on TB.
© 2017 The Authors. Published by Elsevier Ltd on behalf of International Society for Infectious Diseases.
This is an open access article under the CC BY-NC-ND license (http://creativecommons.org/licenses/by-
nc-nd/4.0/).
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Tuberculosis (TB) is now the most common infectious disease
cause of death worldwide, and developing countries carry a large
burden of the 1.6 million deaths caused by TB every year.1 The
disease burden in developing countries due to non-communicable
diseases is also increasing and is no longer limited to communica-
ble diseases. Diabetes mellitus (DM) is a global epidemic disease
affecting both the developed and developing countries. Approxi-
mately 15% of TB patients have comorbidity with diabetes. The
convergence between the ongoing TB epidemic and some non-
communicable diseases such as diabetes will present a major
public health challenge in the near future.2 It has been estimated
that the global prevalence of diabetes will grow signiﬁcantly in the
coming decades, and this increase may be particularly marked in
some of the low-income and middle-income countries with the
highest burden of TB.3 Migration ﬂow from these countries has had
a major impact on the global dynamics of both diseases,4,5 and the
complex interaction among migration, TB, and diabetes needs to be
addressed in the context of the efforts to make progress towards
the ambitious goals of the post-2015 End TB Strategy.6
This review summarizes current knowledge on the biological
and epidemiological aspects of the association between TB and
diabetes and focuses on the interaction of international migration
with these two conditions. The available evidence on the impact of
migration on the DM–TB co-epidemics is also presented, and the
need for speciﬁc interventions to tackle this public health problem
is discussed.
The diabetes–tuberculosis co-epidemic
Although the link between type 2 diabetes and TB is well
recognized, it is only in the last decade that appreciation of its
relevance as a widespread public health problem has become the
focus of global attention. Four systematic reviews quantifying the
increased risk of developing TB among people with type 2 DM have
been published recently, and they show that DM increases the risk
of active TB by two to three times.7–10Moreover, the severity of DM
seems to be related to the magnitude of this risk: insulin-
dependence  as a marker of disease severity  predicts increased
TB risk,11,12 and poor glycaemic control has been identiﬁed as a risk
factor for TB.13
Epidemiological considerations
At the population level, a study by Goldhaber-Fiebert et al.,
performed between the 1990s and the early 2000s, showed that TB
prevalence and incidence were more likely to increase in countries
in which diabetes increased.14 An ecological longitudinal study
exploring the relationship between TB and diabetes globally in the
period 2000–2012 also found an increase in the prevalence of
diabetes with the incidence of TB, although this was limited to
countries with high diabetes prevalence rates ( > 7.6%), which were
primarily on the Asian Continent.15
The convergence of the diabetes and TB pandemics represents a
new phenomenon in the classic epidemiological transition
predicted by Omran in 1971,16 since the original theory did not
predict that elements of globalization and economic development
could so quickly generate an ‘age of degenerative diseases’ beforethe ‘age of receding pandemics’ was over. Due to the abundance of
calorie-dense/low-ﬁbre foods and the adoption of sedentary
lifestyles, the diabetes epidemic is rapidly growing, while the
spread of TB remains a global public health threat. The comorbidity
of TB and diabetes exempliﬁes an epidemiological transition where
chronic diseases occur simultaneously with infectious diseases,
“not simply in the same population, but in the same individual”.17
It was recently estimated that in 22 countries that carry 80% of
the global burden of TB, the proportion of cases attributable to
diabetes increased from 10% in 2010 to 15% in 2015%,6 and it was
stated that this fraction could grow further in the near future. In
fact, current predictions are that the prevalence of diabetes,
primarily type 2 diabetes, is set to rise beyond 592 million by
2035,2 and approximately 80% of these cases will be in low- and
middle-income countries, where the disease strikes at younger
ages and even lower body mass indexes,18 and where the
prevalence of TB is also high. By 2030, India, China, Indonesia,
Pakistan, and Brazil together are projected to have half of the
world’s people living with diabetes, and these countries are likely
to see the most signiﬁcant impacts of this co-epidemic in the near
future.14,19
Clinical considerations of diabetes–tuberculosis comorbidity
Patients with TB–diabetes appear to have poor TB treatment
outcomes. Those TB patients with poor blood sugar control have
increased rates of treatment failure, relapse, and death than those
with good glycaemic control. Diabetic patients with TB are also
more likely to develop multidrug-resistant TB (MDR-TB). Diabetes
modiﬁes the clinical presentation of pulmonary TB, is associated
with atypical radiological presentation,20 and increases the risk of
failure,20,21 death,22,23 reactivation, and relapse.13,20 Diabetes has
been found to be an independent risk factor for higher prevalence
or a greater severity of some symptoms, such as cough,
haemoptysis,14 and fever, and delayed sputum conversion.20,21
Data indicating higher bacillary burden in sputa of diabetic
patients are conﬂicting.24–26
Diabetes, immunosuppression, and increased susceptibility to
tuberculosis
It is well known that HIV infection increases the risk of
developing TB, and persons living with HIV have an increased risk
of metabolic syndromes, which in turn predispose them to
diabetes, possibly linked to the use of antiretroviral drugs.27–30
The relationship between HIV infection and the TB–diabetes
comorbidity, however, is still poorly explored, and more studies are
needed on this issue.
It is unclear whether diabetes increases susceptibility to initial
Mycobacterium tuberculosis infection or the risk of progression
from TB infection to active disease, but evidence for defects in
innate and adaptive immunity of patients with diabetes suggests
that this chronic disease can have an impact on both TB stages.31
Current ﬁndings on the underlying biology that promotes the TB–
diabetes association support an inefﬁcient innate immunity,
followed by a hyper-reactive cellular response to M. tuberculosis;
however, the contribution of these altered responses to TB
susceptibility or to the more adverse clinical outcomes of TB
patients with diabetes remains unclear.
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that found in diabetes, has been shown to have a negative impact
on immune function through the accumulation of advanced
glycation end-products that alter phagocyte function.32,33 In
particular, a reduction in M. tuberculosis phagocytosis, change in
the expression of genes that contribute to M. tuberculosis
containment34 or antigen presentation,35 and secretion of anti-
mycobacterial peptides36 have been described. Peripheral blood-
monocytes may also have defects in cell trafﬁcking due to higher
levels of CCR2 expression.37 This chemokine receptor plays an
important role in the migration of mononuclear cells to the lung, and
since the ligand of CCR2 (MCP1) is increased in the circulation of
patients with type 2 diabetes, these monocytes may be actively
retained in the circulation rather than trafﬁc to the site of disease.38
Regarding the adaptive immunity, higher levels of Th1 (inter-
feron gamma (IFN-g), interleukin (IL)-2) and Th17 (IL-17A, but not
IL-22) cytokines and a lower frequency of natural T-regulatory cells
(CD4+,CD25+,CD127) at baseline have been reported. However,
this is associated with higher IL-10 as well, suggesting that both
anti- and pro-inﬂammatory cytokines are up-regulated in TB
patients with diabetes compared to those with TB without
diabetes.38 In contrast, at the site of TB disease, in bronchoalveolar
lavage specimens from TB patients with diabetes, higher baseline
IL-10 but lower IFN-g has been found, suggesting that the lung
compartment may have a biased Th2 response in diabetes.39
Results from studies on induced IFN-g secretion have yielded
conﬂicting results.38–44 Some have shown that higher inducible
cytokine levels are correlated with poor glucose control (high
HbA1c).38,41
Autophagy is required for the effective control of intracellular
pathogens including M. tuberculosis,44–49 and is regulated by
mammalian target of rapamycin (mTOR) complex 1,50 a serine/
threonine kinase, and adenosine monophosphate-activated pro-
tein kinase (AMPK).51,52 Alterations of the autophagy network and
AMPK signalling have previously been associated with M.
tuberculosis virulence.53 It has been shown recently that the
AMPK-activating anti-diabetic drug metformin inhibits the intra-
cellular growth of M. tuberculosis, restricts disease immunopa-
thology, and enhances the efﬁcacy of conventional anti-TB drugs.54
In relation to metabolic disorders, it has been shown that M.
tuberculosis can also reside and persist in adipose tissues in a non-
replicating state, evading recognition by the host immune system
and forming a reservoir for possible reactivation.55
Malnutrition per se or due to diabetes may also alter the
function of the immune system. Malnutrition may lead to vitamin
deﬁciency. In particular, if vitamin D is decreased, several problems
related to the host defence against M. tuberculosis may arise, as this
is a potent modulator of innate immunity56,57 and an up-regulator
of autophagy in macrophages.57,58
Migration and diabetes
The number of international migrants or displaced people
worldwide continues to increase; it reached 244 million in 2015, an
increase from the 173 million reported in 2000. In 2015, India had
the largest ‘diaspora’ in the world (16 million), followed by Mexico,
the Russian Federation, China, Bangladesh, Pakistan, and
Ukraine.59 In addition, the unprecedented number of detections
of illegal border crossings occurring around and across the
Mediterranean in 2015 should be added to the ofﬁcial ﬁgures:
an estimated one million asylum seekers and migrants arrived at
European Union (EU) country borders declaring that they hailed
from Syria and Afghanistan.60
Several factors inﬂuence the link between migration status and
disease, including genetic factors and pre-migration history (socio-
economic level, lifestyle habits, exposure to infections), as well asthe quality of health care in the countries of destination and level of
integration of the migrant population.61 According to the
Organisation for Economic Co-operation and Development
(OECD)/EU,62 in 2012, most migrants perceived themselves to be
in overall good health, with no chronic illnesses, and no health-
related limitations; only those living in the Baltic countries or
Poland, where the immigrant populations are the oldest,
complained about their health status. Regarding unmet health
care needs, after adjusting for age, foreign-born people living in
Estonia, Sweden, Italy, Belgium, and Switzerland reported a higher
proportion of unmet medical needs than native-born people.
Two synergistic hypotheses have been formulated to explain
the reported lower levels of all-cause mortality and incidence of
some diseases such as stroke and cancer63 in many migrant
populations as compared to local-born populations:63–67 (1) the
‘salmon bias effect’, which assumes that out-migration is selective
for the sickest migrants, and (2) the ‘healthy migrant effect’, which
implies that in-migration is selective for the healthiest individua-
ls.68,69 Both are difﬁcult to examine due to the scarcity of data on
the health of populations in the countries of origin. As an
alternative, a few studies have evaluated the ‘healthy migrant
effect’ hypothesis by comparing health outcomes for migrant
groups and those born locally in immigration countries70,71 in the
USA, Netherlands,69 and Denmark,72 and have arrived at more
complex than expected explanatory models for selective migration
and for disease occurrence dynamics over time (including the role
of past exposures to infectious agents and the effects of trauma and
of the migration process itself).
On the other hand, a series of factors may expose migrants to a
higher risk of developing certain diseases after arrival in host
countries.4,61 Urbanization, mechanization, changes in nutrition
and lifestyle including physical inactivity, gene–environment
interactions, stress, and behaviours such as those experienced
by migrants originating from a poverty-ridden rural area in early
life and moving to an obesogenic urban environment in later life,
could confer an increased risk of obesity and diabetes among both
inter- and intra-country migrants in developed and developing
countries. The availability and abundance of calorie-dense/low-
ﬁbre foods and the adoption of sedentary lifestyles is associated
with increased risks of morbidity and mortality from chronic diet
and lifestyle-related diseases. This phenomenon could be espe-
cially relevant for recent migrants, while in the long term some
migrants may adopt healthier lifestyles.73
A number of studies have investigated the link between
migration and diabetes.4 For example, migrant Asian Indians
living in the UK were found to be more obese, to have higher blood
pressure, total cholesterol, and blood glucose levels, and to be more
insulin-resistant than their non-migrant siblings living in India.74
Migration itself seems to contribute to a further increase in truncal
subcutaneous abdominal adiposity, which has already been
reported among Asian Indians and South Asians.75,76 Lower indices
of obesity, insulin resistance, and type 2 diabetes have been
reported in the people of African origin residing in Nigeria than in
those of African origin living in the USA, while values in those living
in Jamaica were intermediate.77–79
A recent review by Montesi et al. collected and analysed the
evidence from the existing literature on diabetes and migration,
with special attention to host countries:61 in Europe, with a few
exceptions, the prevalence, incidence, and mortality rates80–82 for
diabetes were found to be much higher in migrants than in the
native people.4,83 Studies conducted in the UK have reported
differences in incidence and prevalence rates for migrants of both
South Asian origin (Afghanistan, Bhutan, Maldives, Nepal, and Sri
Lanka)84,85 and Sub-Saharan origin.86,87 Regarding the complica-
tions of diabetes, vascular complications and retinopathy were
found to be more common amongst some ethnic groups of
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according to the results reported by Choukem et al.,90 the
prevalence of diabetic nephropathy was higher in Africans living
in Cameroon than among Africans who had emigrated to France.
The diagnosis of diabetes was at a younger age than in natives and
than in non-migrants from the same country of birth.87, 90, 91 This
latter phenomenon may be explained by the selection bias of age at
migration, by late diagnosis of diabetes in the home country, or
may truly reﬂect a population trend of earlier onset of type
2 diabetes due to the rapid changes in lifestyle experienced by
migrants in the host country.92 Once diagnosed, diabetes care
seems to be of lower quality (higher likelihood of treatment with
oral drugs and longer length of hospital stay for migrants).91
Among persons migrating to the USA, the prevalence rates of both
diabetes and overweight were shown to vary according to region of
birth, ranging from 3.1% in Europe to 10.0% in the Indian
subcontinent. The three largest Asian American, native Hawaiian,
Paciﬁc Islander subgroups  from China, South Asia, and the
Philippines  are all at increased risk of developing diabetes,93 this
risk being higher than among non-Hispanic whites but lower than
that of African Americans and Latinos.94,95 In the Fremantle
Diabetes Study conducted in Australia, the prevalence in Asians
and the general population was similar, but the Asian patients were
younger, less obese, and less likely to be hypertensive.96while the
Melbourne Collaborative Cohort Study found more than three-fold
higher baseline prevalence and cumulative incidence of type
2 diabetes in migrants born in Greece or Italy than in individuals
born in Australia.97
In summary, the available evidence suggests that migration
may contribute to the onset of diabetes, and that persons migrating
from low- or middle-income countries to high-income countries
may have a higher prevalence of diabetes when compared to the
autochthonous population. However, signiﬁcant variations by
ethnic group have been recorded, and behavioural, lifestyle, and
genetic factors may contribute to this variability.Table 1
Diabetes mellitus prevalence in foreign-born and native patients with tuberculosis.
Author, year City, country Study period Type of study
Source
Results
Caraffa et al.
2016111
Rome, Italy 2007–12 Cross-sectional
Hospital-based
Medical records
 DM prevalence
 Foreign-born p
 DM prevalence
prevalence wa
prevalence 8
 DM prevalence
 DM prevalence
Demlow et al.
2015112
California,
USA
2010–12 Cross-sectional
Population-
based
Registry data
 DM prevalence
 Foreign-born p
 DM prevalence
 DM prevalence
 DM prevalence
Suwanpimolkul
et al. 2014113
San Francisco,
California,
USA
2005–12 Cross-sectional
retrospective
Hospital-based
Medical records
 DM prevalence
 Foreign born p
 DM prevalence
born 8.3%
 DM prevalence
 DM prevalence
Uchimura et al.
2013114
Japan 2007–10 Cross-sectional
Population-
based
Tuberculosis
registry
 DM prevalence
 Foreign-born p
 DM prevalence
 DM prevalence
 DM prevalence
DM, diabetes mellitus; TB, tuberculosis. ^Report of Tuberculosis in California, 2011, Ca
Program using data from Behavioural Risk Factor Surveillance System, 2001–2010, Na
Interview Survey 2009, and California Census Data, 2010Migration and tuberculosis
In most low-incidence countries, international migration
dynamics trends are known to contribute largely to TB
incidence.5,98–100 From 2000 to 2013, a disparity became evident
in high-income countries: while local-born cases remained static
or decreased, foreign-born cases decreased slowly or increased.5 In
2013, foreign-born cases in many high-income countries exceeded
50% of all TB cases,101–109with incidence rates 8.7 to 18.4 times
higher than among natives.
Migrants from high TB incidence countries could either have
active TB on arrival, or remotely-acquired latent TB infection (LTBI)
that reactivates post arrival due to socio-economic vulnerability
augmented by stressful migration conditions,109 or could acquire
TB through local transmission in the host country. The highest
incidence and risk of active TB following migration has been
reported for those migrating from Asia and Africa, for recent
migrants, refugees, and individuals with comorbidities (such as
HIV infection and diabetes).101–107,109
Addressing the special needs of migrants and cross-border
issues, and undertaking screening for active and latent TB in TB
contacts and selected high-risk groups, are among the priority
action areas deﬁned by the World Health Organization (WHO) in
2014 as part of the framework towards TB elimination in low-
incidence countries.109,110
Migrants as a vulnerable group for tuberculosis–diabetes
comorbidity
A review of published studies examining the impact of
migration on the association between diabetes and TB was
performed. The methods used to retrieve and select the articles
reviewed in this section are reported in Appendix A.
Four studies conducted in high-income–low TB burden
countries examined the prevalence of diabetes among patients
with TB by country of origin (Table 1). among TB patients overall: 63/971 (6.5%)
roportion in the study population: 723/971 (74.5%)
 among foreign-born patients: among 723 foreign-born TB patients, DM
s 5.4%; DM prevalence was 12.7% (8/63) among those born in countries with DM
%, 4.7% (31/660) among patients from countries with DM prevalence <8%
 among native patients: 24/248 (9.7%)
 in the general population: 5.13%
 among TB patients overall: 1463/6050 (24.2%)
roportion in the study population: 83.3%
 among foreign-born patients: 25.7%
 among native patients: 16.6%
 in the general population: 8.6% (California Diabetes Program data, 2011^^
 among TB patients overall: 126/791 (15.9%)
roportion in the study population: not reported
 among foreign-born patients: Philippines-born 31.9%, China-born 17.2%, Mexico-
 among native patients: 9.2%
 in the general population: 9.1% (California Diabetes Program data, 2009
 among TB patients overall: 12 694/96 689 (13.1%)
roportion in the study population: 3.8%
 among foreign-born patients: 3.4%
 among native patients: 13.5%
 in the general population: 5.1%
lifornia Department of Public Health, ^^Estimates provided by California Diabetes
tional Health and Nutrition Examination Survey 2007–2008, California S Hearth
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patients, 63 (6.5%) had diabetes.111 Diabetes prevalence was
highest among patients from countries with a diabetes prevalence
8% (8/63, 12.7%), followed by those born in Italy (24/248, 9.7%)
and by foreign-born patients from countries with a diabetes
prevalence <8%. Almost 70% of foreign-born TB–diabetes patients
were from a country with a diabetes prevalence 8%, most
frequently from Africa (Egypt, Libya, and Morocco) and Asia (India).
Foreign-born patients were younger than those born in Italy. In the
multivariable analysis, after adjusting for age, foreign-born
patients from countries with a diabetes prevalence <8% were
three times more likely to have diabetes, and patients from
countries with a diabetes prevalence 8% were six times more
likely to have diabetes, compared to those born in Italy.
Demlow et al. reported that during 2010–2012, 1463 (24%) of
the 6050 active TB cases diagnosed in California had diabetes.112
Among foreign-born patients, who constituted more than 80% of
this patient population, 31% had diabetes compared to 15% among
those born in the USA or Canada. In the multivariable analysis
among both TB cases and the general adult population in
California, persons with diabetes were more likely to be male,
older than 44 years, and foreign-born.
The impact of diabetes on TB in the USA and foreign-born
populations in San Francisco, California was also studied between
2005 and 2012 by Suwanpimolkul et al.113 The prevalence of
diabetes among 791 patients with TB was 15.9% (9.2% among those
born in the USA and 17.8% among those foreign born) and was
higher for individuals born in the Philippines (31.9%) than for those
born in China (17.2%) or Mexico (8.3%). In the multivariable
analysis, being born in the Philippines was signiﬁcantly associated
with diabetes.
In contrast to the previously mentioned studies, an analysis of
Japanese TB surveillance data of all cases registered between 2007
and 2010 found a prevalence of diabetes among foreign TB patients
of 3.4% compared to 13.4% among Japanese patients. However,
foreigners represented less than 5% in that study, and they were
younger than the Japanese patients.115 Taken together, these
studies suggest that the prevalence of diabetes among patients
with TB reﬂects the prevalence of diabetes in the ethnic groups of
origin, while these studies do not allow a direct assessment of the
effect of migration on the association between diabetes and TB.
Three studies examined the risk of TB in patients with diabetes
by country of origin (Table 2). In a case–control study conducted in
Denmark, in which the prevalence of diabetes was assessed inTable 2
Tuberculosis incidence in foreign-born and native patients with diabetes mellitus.
Author,
year
City,
country
Study period Type of study
Source
Results
Demlow
et al.
2015112
California,
USA
2010–12 Cross-sectional
Population-based
Survey aggregated data
 TB incid
 Foreign
 TB incid
 TB incid
 General
2011)
 Relative
 Number
DM, 152
Leegaard
et al.
2011115
Northern
Denmark
1980–2008 Case–control
Population-based
Danish National Registry of
Patients and Residents Registry
 DM pre
 Foreign
 Adjuste
TB amo
immigr
Marks
2011117
USA 2000–05 Cross-sectional
Population-based
Survey individual data
 Adjuste
non-His
TB, tuberculosis; DM, diabetes mellitus; OR, odds ratio; CI, conﬁdence interval; aOR, adpatients with TB and in matched population controls, a low risk
increase for TB associated with diabetes was recorded overall (odds
ratio 1.18, 95% conﬁdence interval 0.96–1.45), with a similar risk for
migrants (odds ratio 1.23, 95% conﬁdence interval 0.78–1.93). The
authors noted, however, that the probability of having diabetes
detected may have been lower in migrants with TB than in Danes
because of a short stay in the host country or different health care-
seeking behaviour.115
The incidence of TB among patients with diabetes by birth
location was assessed in the retrospective population-based study
conducted in California already mentioned above.112 The overall
incidence of TB among persons without diabetes was 6.0 per 100
000 per year compared to 21.0 per 100 000 per year among persons
with diabetes; among these persons, foreign-born persons had an
overall TB rate of 142/100 000, almost 12 times greater than among
USA or Canadian-born persons (12/100 000). The highest TB
incidence rates were recorded among persons born in Southeast
Asia and the Paciﬁc Islands, with rates in the different age strata
ranging from 117 to 239 per 100 000. The overall relative risk of TB
for persons with diabetes was 3.5, and was relatively consistent for
different locations of birth.
The heterogeneity of risk by ethnic group recorded in California
is consistent with the results of the epidemiological model
constructed using data on the incidence of TB, the prevalence of
diabetes, the population structure for 2005, and the age-speciﬁc
relative risk of TB associated with diabetes from a large cohort
study in England.116 In this model, the estimated population
attributable factor of diabetes for pulmonary TB was highest for
Asian men (16.6%) and women (14.2%). Lower ﬁgures were
recorded for white persons (6.9% in men and 8.2% in women)
and black persons (7.4% in men and 8.9% in women) despite a
higher prevalence of diabetes in the black population, reﬂecting a
much younger mean age of pulmonary TB in the black population.
Finally, history of TB among diabetic patients was analysed
using data collected in the context of the US National Health
Interview Survey (NHIS) between 2000 and 2005.117 Fourteen
percent of individuals in the survey were foreign-born, and among
them, the reported prevalence of diabetes rose progressively in
relation to years of residence in the USA. In fact diabetics who were
foreign-born and non-Hispanic had an odds ratio for TB of 2.2 (99%
conﬁdence interval 1.6–3.2) compared to those who were USA-
born and non-Hispanic, and USA-born Hispanics had an odds ratio
for TB of 2.1 (99% conﬁdence interval 1.4–3.2) compared to those
who were foreign-born and non-Hispanic.ence rate among DM patients overall: 21/100 000
-born proportion in the study population: 60.5%
ence rate among foreign-born patients: 142/100 000 foreign-born patients
ence rate among native patients: 12/100 000 USA/Canadian-born
 population TB incidence rate: 5.9/100 000 (report on tuberculosis in California,
 risk for TB among persons with DM: 3.5 (95% CI 3.3–3.7)
 of persons needed to be screened: 7930 among all adults, 2740 among adults with
6 among all foreign-born patients, and 596 among foreign-born patients with DM
valence overall: 156/2950 (5.3%)
-born proportion in the study population: 28.6%
d OR for TB among subjects with DM: 1.18 (95% CI 0.96–1.45); the adjusted ORs for
ng DB cases were similar among native Danes (1.17, 95% CI 0.93–1.46) and
ants (1.23, 95% CI 0.78–1.93)
d OR for history of TB was 1.4 (99% CI 1.0–2.0), controlling for being foreign-born
panic (aOR 2.2, 99% CI 1.6–3.2), USA-born Hispanic (aOR 2.1, 99% CI 1.4–3.2)
justed odds ratio.
50 E. Girardi et al. / International Journal of Infectious Diseases 56 (2017) 45–53These studies suggest that the relative risk of developing TB is
similar for migrants and autochthonous populations in countries
with a low TB burden. On the other hand, given the increased
incidence of TB for those migrating from high-incidence countries,
the absolute increased risk associated with diabetes is much higher
for some groups of migrants. In addition, the fraction of TB cases
attributable to diabetes may be considerable in some ethnic groups
with a high prevalence of diabetes and TB infection.
Conclusions and policy implications
Migration may add further complexity to the efforts to control
the growing diabetes pandemic. Available data suggest that in
most instances persons migrating from low- and middle-income
countries have a higher prevalence of diabetes compared to the
native population, and also somehow higher than in persons from
the same population who remain in the country of origin. However,
signiﬁcant heterogeneity is observed in the magnitude of
association between migration and diabetes according to the
country of origin and ethnic group, and this may reﬂect genetic
factors and diet and lifestyle differences. The interaction between
diabetes and migration may in turn have an impact on
interventions aimed at reducing the impact of diabetes on the
burden of TB.
The potential impact of interventions related to the co-
epidemic on the overall trends of TB burden appears to be very
high.
A model simulation assessed the impact of diabetes prevention
on TB incidence in 13 countries that carry over 60% of the global TB
burden and with a low-level HIV epidemic.118 According to this
model, if diabetes prevalence continues to grow in the next 20
years, this will determine a reversal in the present trend of a
decrease in TB incidence. In contrast, preventing the rise in TB
incidence would determine an acceleration of the declining trend
in TB, and a policy that could determine a reduction in diabetes
prevalence would result in 7.8 million cases of TB and 1.5 million
deaths being avoided over the next two decades.
In another simulation, Odone et al. analysed the potential effect
of a combination of improved prevention and care of diabetes with
a reduction in undernutrition as a tool to decrease the TB
burden.119 In the baseline scenario, the projected 21% global
increase in diabetes prevalence by 2035 would be associated with a
global TB incidence 3% higher compared with the present ﬁgures.
On the other hand, implementing interventions that could
decrease the effect of diabetes on the risk of TB through the
treatment of LTBI and better glucose control would result in the
model with a 15% lower incidence of TB in 2035 compared with the
baseline scenario.
The current WHO End TB Strategy is based on three pillars:
integrated patient-centred TB care and prevention, bold policies,
and supportive systems. Interventions on the association between
TB and diabetes are recommended for each one of these areas.6
These interventions include screening for active TB among patients
with diabetes in high TB burden settings and screening for diabetes
among patients with TB; screening for and treating LTBI in
diabetics at high risk of disease progression, ensuring access to
health care including diabetes care; and operational research on
TB–diabetes common activities.
What is the speciﬁc relevance of these interventions for
migrants?
The yield of screening for active TB among diabetics varies
greatly according to the tools used and the background TB
prevalence, and the effectiveness of this intervention may be
unacceptably low in low TB burden countries.6,7 Nonetheless, evenin these countries, screening programmes targeted at migrants
with diabetes from ethnic groups disproportionately affected by
diabetes and TB may eventually prove effective.
Screening for and treatment of LTBI in diabetics is not generally
recommended;120 however, similarly to screening for active TB,
this intervention should be evaluated in some groups of migrants.
For example, the study conducted in California mentioned
previously suggested that almost 10 000 USA-born adults with
diabetes would have to be screened for TB infection to prevent one
case of TB, while the number that would need to be screened
would be around 300 for diabetics born in Southeast Asia/Paciﬁc
Islands.112 Screening for TB infection is recommended for persons
migrating to low TB incidence countries from countries with a high
TB incidence, which is usually deﬁned as a rate above 100 per 100
000; however, this threshold should be re-evaluated, and possibly
lowered, when deciding whether migrants with diabetes should be
screened.
An obvious prerequisite for the above-mentioned interventions
is adequate identiﬁcation of diabetes in migrants. Data on the
prevalence of undiagnosed diabetes among migrants are sparse;
however this phenomenon is likely to be relevant. It has been
estimated that globally, 45.8% or 174.8 million of all diabetes cases
in adults are undiagnosed, and this proportion may be as high as
75% in some African countries.121An estimated 83.8% of all cases of
undiagnosed diabetes are in low- and middle-income countries
from which the vast majority of migrants originate. In a study
conducted on the USA–Mexico border, Mexicans (43.8%) andMex-
ican immigrants (39.0%) with diabetes were signiﬁcantly more likely
to be undiagnosed than were USA-born Hispanics (15.0%) or non-
Hispanic whites (6.6%).122 In another study, 58.5% of Mexican
immigrants with diabetes in their ﬁrst 4 years in the USA were
undiagnosed, compared to 29.5% of those who had migrated a longer
time ago.123 In the UK, the risk of having undiagnosed diabetes was
found to be two times higher among adults originating from Asian
countries than among white Europeans.124 In Italy, diabetes was
more frequently diagnosed at the time of TB diagnosis in the foreign-
born than in Italian patients (28.2% vs. 16.7%).111 This evidence
suggests that screening for diabetes should be considered an
important component of health services to be provided to migrants.
There is also evidence that in Europe, migrants with diabetes
have a higher incidence of complications and lower use of anti-
diabetic drugs compared to the autochthonous populations,91,125
suggesting the need to improve access to high quality diabetes care
for migrants.
In conclusion, the screening of diabetics for active TB and for TB
infection, screening for diabetes among migrants,126–128 and
improved access to diabetes care, could contribute to mitigate
the effect of diabetes on TB among migrants. Operational research
on the implementation of these interventions and the evaluation of
their effectiveness in different settings and in different migrant
populations are badly needed.
Funding
This work was supported in part by the Italian Ministry of
Health (grants Ricerca Corrente INMI L. Spallanzani and Fondi
5 1000/2009). The funding source had no role in the study design,
in the collection, analysis, and interpretation of the data, in the
writing of the report, or in the decision to submit the article for
publication.
Conﬂict of interest
The authors report no potential conﬂicts of interest in relation
to this paper.
E. Girardi et al. / International Journal of Infectious Diseases 56 (2017) 45–53 51Author contributions
GI, EG, and AZ conceived the paper. MSS, DG, and EG retrieved
and reviewed the relevant literature. All authors contributed to the
interpretation of the evidence and writing of the paper.
Appendix A. Supplementary data
Supplementary data associated with this article can be found, in
the online version, at http://dx.doi.org/10.1016/j.ijid.2017.01.018.
References
1. World Health Organization. WHO global tuberculosisreport 2016. Geneva:
WHO; 2016 Available at: http://www.who.int/tb/publications/global_report/
en/November, 2, 2016.
2. Bates M, Marais BJ, Zumla A. Tuberculosis comorbidity with communicable
and noncommunicable diseases. Cold Spring Harb Perspect Med 2015;5:
a017889.
3. Guariguata L, Whiting DR, Hambleton I, Beagley J, Linnenkamp U, Shaw JE.
Global estimates of diabetes prevalence in adults for 2013 and projections for
2035. Diabetes Res Clin Pract 2014;103:137–49.
4. Misra A, Ganda OP. Migration and its impact on adiposity and type 2 diabetes.
Nutrition 2007;23:696–708.
5. Pareek M, Greenaway C, Noori T, Munoz J, Zenner D. The impact of migration
on tuberculosis epidemiology and control in high-income countries: a
review. BMC Med 2016;14:48.
6. Lönnroth K, Roglic G, Harries AD. Improving tuberculosis prevention and care
through addressing the global diabetes epidemic: from evidence to policy
and practice. Lancet Diabetes Endocrinol 2014;2:730–9.
7. Jeon CY, Murray MB. Diabetes mellitus increases the risk of active
tuberculosis: a systematic review of 13 observational studies. PLoS Med
2008;5:e152.
8. Dooley KE, Chaisson RE. Tuberculosis and diabetes mellitus: convergence of
two epidemics. Lancet Infect Dis 2009;9:737–46.
9. Ruslami R, Aarnoutse RE, Alisjahbana B, van der Ven AJ, van Crevel R.
Implications of the global increase of diabetes for tuberculosis control and
patient care. Trop Med Int Health 2010;15:1289–99.
10. Riza AL, Pearson F, Ugarte-Gil C, Alisjahbana B, van de Vijver S, Panduru NM,
et al. Clinical management of concurrent diabetes and tuberculosis and the
implications for patient services. Lancet Diabetes Endocrinol 2014;2:740–53.
11. Olmos P, Donoso J, Rojas N, Landeros P, Schurmann R, Retamal G, et al.
Tuberculosis and diabetes mellitus: a longitudinal-retrospective study in a
teaching hospital. Rev Med Chil 1989;117:979–83.
12. Swai AB, McLarty DG, Mugusi F. Tuberculosis in diabetic patients in Tanzania.
Trop Doct 1990;20:147–50.
13. Lee PH, Fu H, Lai TC, Chiang CY, Chan CC, Lin HH. Glycemic control and the risk
of tuberculosis: a cohort study. PLoS Med 2016;13:e1002072.
14. Goldhaber-Fiebert JD, Jeon CY, Cohen T, Murray MB. Diabetes mellitus and
tuberculosis in countries with high tuberculosis burdens: individual risks
and social determinants. Int J Epidemiol 2011;40:417–28.
15. Badawi A, Sayegh S, Sallam M, Sadoun E, Al-Thani M, Alam MW, Arora P. The
global relationship between the prevalence of diabetes mellitus and
incidence of tuberculosis: 2000–2012. Glob J Health Sci 2014;7:183–91.
16. Omran AR. The epidemiologic transition. A theory of the epidemiology of
population change. Milbank Mem Fund Q 1971;49:509–38.
17. Magee MJ, Blumberg HM, Narayan KM. Commentary Co-occurrence of
tuberculosis and diabetes: new paradigm of epidemiological transition. Int J
Epidemiol 2011;40:428–31.
18. Mohan V, Deepa M, Farooq S, Narayan KM, Datta M, Deepa R. Anthropometric
cut points for identiﬁcation of cardiometabolic risk factors in an urban Asian
Indian population. Metabolism 2007;56:961–8.
19. Wild S, Roglic G, Green A, Sicree R, King H. Global prevalence of diabetes:
estimates for the year 2000 and projections for 2030. Diabetes Care
2004;27:1047–53.
20. Jiménez-Corona ME, Cruz-Hervert LP, García-García L, Ferreyra-Reyes L,
Delgado-Sánchez G, Bobadilla-Del-Valle M, et al. Association of diabetes and
tuberculosis: impact on treatment and post-treatment outcomes. Thorax
2013;68:214–20.
21. Viswanathan V, Vigneswari A, Selvan K, Satyavani K, Rajeswari R, Kapur A.
Effect of diabetes on treatment outcome of smear-positive pulmonary
tuberculosis—a report from South India. J Diabetes Complications
2014;28:162–5.
22. Baker MA, Harries AD, Jeon CY, Hart JE, Kapur A, Lonnroth K, et al. The impact
of diabetes on tuberculosis treatment outcomes: a systematic review. BMC
Med 2011;9:81.
23. Faurholt-Jepsen D, Range N, PrayGod G, Jeremiah K, Faurholt-Jepsen M,
Aabye MG, et al. Diabetes is a strong predictor of mortality during
tuberculosis treatment: a prospective cohort study among tuberculosis
patients from Mwanza, Tanzania. Trop Med Int Health 2013;18:822–9.
24. Bacakoglu F, Basoglu OO, Cok G, Sayiner A, Ates M. Pulmonary tuberculosis in
patients with diabetes mellitus. Respiration 2001;68:595–600.25. Restrepo B, Fisher-Hoch S, Smith B, Jeon S, Rahbar MH, McCormick J.
Mycobacterial clearance from sputum is delayed during the ﬁrst phase of
treatment in patients with diabetes. Am J Trop Med Hyg 2008;79:541–4.
26. Guler M, Unsal E, Dursun B, Aydln O, Capan N. Factors inﬂuencing sputum
smear and culture conversion time among patients with new case pulmonary
tuberculosis. Int J Clin Pract 2007;61:231–5.
27. Brown TT, Cole SR, Li X, Kingsley LA, Palella FJ, Riddler SA, et al. Antiretroviral
therapy and the prevalence and incidence of diabetes mellitus in the
multicenter AIDS cohort study. Arch Intern Med 2005;165:1179–84.
28. Aboud M, Elgalib A, Kulasegaram R, Peters B. Insulin resistance and HIV
infection: a review. J Clin Pract 2007;61:463–72.
29. Carr A, Samaras K, Thorisdottir A, Kaufmann GR, Chisholm DJ, Cooper DA.
Diagnosis, prediction, and natural course of HIV-1 protease-inhibitor-
associated lipodystrophy, hyperlipidaemia, and diabetes mellitus: a cohort
study. Lancet 1999;353:2093–9.
30. Butt AA, McGinnis K, Rodriguez-Barradas MC, Crystal S, Simberkoff M, Goetz
MB, et al. Veterans Aging Cohort Study. HIV infection and the risk of diabetes
mellitus. AIDS 2009;23:1227–34.
31. Restrepo BI, Schlesinger LS. Host–pathogen interactions in tuberculosis
patients with type 2 diabetes mellitus. Tuberculosis (Edinb) 2013;93(Suppl):
S10–4.
32. Nandy D, Janardhanan R, Mukhopadhyay D, Basu A. Effect of hyperglycemia
on human monocyte activation. J Investig Med 2011;59:661–7.
33. Hair PS, Echague CG, Rohn RD, Krishna NK, Nyalwidhe JO, Cunnion KM.
Hyperglycemic conditions inhibit C3-mediated immunologic control of
Staphylococcus aureus. J Transl Med 2012;10:35.
34. Molina MF, Qu HQ, Rentfro AR, Nair S, Lu Y, Hanis CL, et al. Decreased
expression of ATP6V1H in type 2 diabetes: a pilot report on the diabetes risk
study in Mexican Americans. Biochem Biophys Res Commun 2011;412:728–31.
35. Qu HQ, Rentfro AR, Lu Y, Nair S, Hanis CL, McCormick JB, Fisher-Hoch SP. Host
susceptibility to tuberculosis: insights from a longitudinal study of gene
expression in diabetes. Int J Tuberc Lung Dis 2012;16:370–2.
36. Gonzalez-Curiel I, Castañeda-Delgado J, Lopez-Lopez N, Araujo Z, Hernan-
dez-Pando R, Gandara-Jasso B, et al. Differential expression of antimicrobial
peptides in active and latent tuberculosis and its relationship with diabetes
mellitus. Hum Immunol 2011;72:656–62.
37. Stew SS, Martinez PJ, Schlesinger LS, Restrepo BI. Differential expression of
monocyte surface markers among tuberculosis patients with diabetes
comorbidity. Tuberculosis 2013;93(Suppl):S78–82.
38. Kumar NP, Sridhar R, Banurekha VV, Jawahar MS, Nutman TB, Babu S.
Expansion of pathogen speciﬁc T-helper 1 and T-helper 17 cells in pulmonary
tuberculosis with coincident type 2 diabetes mellitus. J Infect Dis
2013;208:739–48.
39. Sun Q, Zhang Q, Xiao H, Cui H, Su B. Signiﬁcance of the frequency of CD4
+CD25+CD127- T-cells in patients with pulmonary tuberculosis and diabetes
mellitus. Respirology 2012;17:876–82.
40. Al-Attiyah RJ, Mustafa AS. Mycobacterial antigen-induced T helper type 1
(Th1) and Th2 reactivity of peripheral blood mononuclear cells from diabetic
and non-diabetic tuberculosis patients and Mycobacterium bovis bacilli
Calmette–Guérin (BCG)-vaccinated healthy subjects. Clin Exp Immunol
2009;158:64–73.
41. Restrepo B, Fisher-Hoch S, Pino P, Salinas A, Rahbar MH, Mora F, et al.
Tuberculosis in poorly controlled type 2 diabetes: altered cytokine
expression in peripheral white blood cells. Clin Infect Dis 2008;47:634–41.
42. Walsh MC, Camerlin AJ, Miles R, Pino P, Martinez P, Mora-Guzmán F, et al.
Sensitivity of interferon-gamma release assays is not compromised in
tuberculosis patients with diabetes. Int J Tuberc Lung Dis 2010;15:179–84.
43. Stalenhoef JE, Alisjahbana B, Nelwan EJ, van der Ven-Jongekrijg J, Ottenhoff
TH, van der Meer JW, et al. The role of interferon-gamma in the increased
tuberculosis risk in type 2 diabetes mellitus. Eur J Clin Microbiol Infect Dis
2008;27:97–103.
44. Gutierrez MG, Master SS, Singh SB, Taylor GA, Colombo MI, Deretic V.
Autophagy is a defense mechanism inhibiting BCG and Mycobacterium
tuberculosis survival in infected macrophages. Cell 2004;119:753–66.
45. Levine B, Deretic V. Unveiling the roles of autophagy in innate and adaptive
immunity. Nat Rev Immunol 2007;7:767–77.
46. Klionsky DJ, Abdelmohsen K, Abe A, et al. Guidelines for the use and
interpretation of assays for monitoring autophagy (3rd edition). Autophagy
2016;12:1–222. Erratum in: Autophagy 2016;12:443.
47. Goletti D, Petruccioli E, Romagnoli A, Piacentini M, Fimia GM. Autophagy in
Mycobacterium tuberculosis infection: a passepartout to ﬂush the intruder
out? Cytokine Growth Factor Rev 2013;24:335–43.
48. Romagnoli A, Etna MP, Giacomini E, Pardini M, Remoli ME, Corazzari M, et al.
ESX-1 dependent impairment of autophagic ﬂux by Mycobacterium
tuberculosis in human dendritic cells. Autophagy 2012;8:1357–70.
49. Petruccioli E, Romagnoli A, Corazzari M, Coccia EM, Butera O, Delogu G, et al.
Speciﬁc T cells restore the autophagic ﬂux inhibited by Mycobacterium
tuberculosis in human primary macrophages. J Infect Dis 2012;205:1425–35.
50. Kim J, Kundu M, Viollet B, Guan KL. AMPK and mTOR regulate autophagy
through direct phosphorylation of Ulk1. Nat Cell Biol 2011;13:132–41.
51. Mihaylova MM, Shaw RJ. The AMPK signalling pathway coordinates cell
growth, autophagy and metabolism. Nat Cell Biol 2011;13:1016–23.
52. Kumar D, Nath L, Kamal MA, Varshney A, Jain A, Singh S, Rao KV. Genome-
wide analysis of the host intracellular network that regulates survival of
Mycobacterium tuberculosis. Cell 2010;140:731–43.
52 E. Girardi et al. / International Journal of Infectious Diseases 56 (2017) 45–5353. Kumar D, Rao KV. Regulation between survival, persistence, and elimination
of intracellular mycobacteria: a nested equilibrium of delicate balances.
Microbes Infect 2011;13:121–33.
54. Singhal A, Jie L, Kumar P, Hong GS, Leow MK, Paleja B, et al. Metformin as
adjunct antituberculosis therapy. Sci Transl Med 2014;6:263ra159.
55. Neyrolles O, Hernández-Pando R, Pietri-Rouxel F, Fornès P, Tailleux L, Barrios
Payán JA, et al. Is adipose tissue a place for Mycobacterium tuberculosis
persistence? PLoS One 2006;1:e43.
56. Martineau AR, Wilkinson KA, Newton SM, Floto RA, Norman AW,
Skolimowska K, et al. IFN-gamma- and TNF-independent vitamin D-
inducible human suppression of mycobacteria: the role of cathelicidin LL-
37. J Immunol 2007;178:7190–8.
57. Liu PT, Stenger S, Li H, Wenzel L, Tan BH, Krutzik SR, et al. Toll-like receptor
triggering of a vitamin D-mediated human antimicrobial response. Science
2006;311:1770–3.
58. Campbell GR, Spector SA. Vitamin D inhibits human immunodeﬁciency virus
type 1 and Mycobacterium tuberculosis infection in macrophages through the
induction of autophagy. PLoS Pathog 2012;8:e1002689.
59. International migration report 2015. ST/ESA/SER.A/375. United Nations,
Department of Economic and Social Affairs, Population Division; 2016.
60. European Agency for the Management of Operational Cooperation at the External
Borders of the Member States of the European Union risk analysis for 2016.
Frontex. Available at: http://frontex.europa.eu/assets/Publications/Risk_A-
nalysis/Annula_Risk_Analysis_2016.pdf (accessed) November 2, 2016.
61. Montesi L, Caletti MT, Marchesini G. Diabetes in migrants and ethnic
minorities in a changing World. World J Diabetes 2016;7:34–44.
62. OECD/European Union. Indicators of immigrant integration 2015: settling in.
Paris: OECD Publishing. Available at: http://www.oecd.org/publications/
indicators-of-immigrant-integration-2015-settling-in-9789264234024-en.
htm (accessed November 2, 2016).
63. Norredam M, Olsbjerg M, Petersen JH, Juel K, Krasnik A. Inequalities in
mortality among refugees and immigrants compared to native Danes—a
historical prospective cohort study. BMC Public Health 2012;12:757.
64. Bos V, Kunst AE, Garssen J, Mackenbach JP. Socioeconomic inequalities in
mortality within ethnic groups in the Netherlands, 1995–2000. J Epidemiol
Commun Health 2005;59:329–35.
65. Gadd M, Johansson SE, Sundquist J, Wandell P. Are there differences in all-
cause and coronary heart disease mortality between immigrants in Sweden
and in their country of birth? A follow-up study of total populations. BMC
Public Health 2006;6:102.
66. Ronellenﬁtsch U, Kyobutungi C, Becher H, Razum O. All-cause and
cardiovascular mortality among ethnic German immigrants from the Former
Soviet Union: a cohort study. BMC Public Health 2006;6:16.
67. Tarnutzer S, Bopp M, S.N.C. Study Group. Healthy migrants but unhealthy
offspring? A retrospective cohort study among Italians in Switzerland. BMC
Public Health 2012;12:1104.
68. Spallek J, Zeeb H, Razum O. What do we have to know from migrants’ past
exposures to understand their health status? A life course approach. Emerg
Themes Epidemiol 2011;8:6.
69. Agyemang C, de-Graft Aikins A, Bhopal R. Ethnicity and cardiovascular health
research: pushing the boundaries by including comparison populations in
the countries of origin. Ethn Health 2012;17:579–96.
70. Bostean G. Does selective migration explain the Hispanic paradox? A
comparative analysis of Mexicans in the U.S. and Mexico. J Immigr Minor
Health 2013;15:624–35.
71. Lau AS, Tsai W, Shih J, Liu LL, Hwang WC, Takeuchi DT. The immigrant paradox
among Asian American women: are disparities in the burden of depression
and anxiety paradoxical or explicable? J Consult Clin Psychol 2013;81:901–11.
72. Norredam M, Agyemang C, Hoejbjerg Hansen OK, Petersen JH, Byberg S,
Krasnik A, Kunst AE. Duration of residence and disease occurrence among
refugees and family reunited immigrants: test of the ‘healthy migrant effect’
hypothesis. Trop Med Int Health 2014;19:958–67.
73. Venkatesh S, Weatherspoon LJ, Kaplowitz SA, Song WO. Acculturation and
glycemic control of Asian Indian adults with type 2 diabetes. J Commun Health
2013;38:78–85.
74. Bhatnagar D, Anand IS, Durrington PN, Patel DJ, Wander GS, Mackness MI,
et al. Coronary risk factors in people from the Indian subcontinent living in
West London and their siblings in India. Lancet 1995;345:405–9.
75. Raji A, Seely EW, Arky RA, Simonson DC. Body fat distribution and insulin
resistance in healthy Asian Indians and Caucasians. J Clin Endocrinol Metab
2001;86:5366–71.
76. Misra A. Body composition and the metabolic syndrome in Asian Indians: a
saga of multiple adversities. Natl Med J India 2003;16:3–7.
77. Luke A, Durazo-Arvizu R, Rotimi C, Prewitt TE, Forrester T, Wilks R, et al.
Relation between body mass index and body fat in black population samples
from Nigeria, Jamaica, and the United States. Am J Epidemiol 1997;145:620–8.
78. Luke A, Guo X, Adeyemo AA, Wilks R, Forrester T, Lowe Jr WJr, et al.
Heritability of obesity-related traits among Nigerians, Jamaicans and US
black people. Int J Obes Relat Metab Disord 2001;25:1034–41.
79. Rotimi CN, Cooper RS, Okosun IS, Olatunbosun ST, Bella AF, Wilks R, et al.
Prevalence of diabetes and impaired glucose tolerance in Nigerians,
Jamaicans and US blacks. Ethn Dis 1999;9:190–200.
80. Vandenheede H, Deboosere P, Stirbu I, Agyemang CO, Harding S, Juel K, et al.
Migrant mortality from diabetes mellitus across Europe: the importance of
socio-economic change. Eur J Epidemiol 2012;27:109–17.81. Mather HM, Chaturvedi N, Fuller JH. Mortality and morbidity from diabetes
in South Asians and Europeans: 11-year follow-up of the Southall Diabetes
Survey, London, UK. Diabet Med 1998;15:53–9.
82. Zimmet PZ, McCarty DJ, de Courten MP. The global epidemiology of non-
insulin-dependent diabetes mellitus and the metabolic syndrome. J Diabetes
Complications 1997;11:60–8.
83. Deboosere P, Gadeyne S. Adult migrant mortality advantage in Belgium:
evidence using census and register data. Population 2005;60:655–98.
84. Tillin T, Hughes AD, Godsland IF, Whincup P, Forouhi NG, Welsh P, et al.
Insulin resistance and truncal obesity as important determinants of the
greater incidence of diabetes in Indian Asians and African Caribbeans
compared with Europeans: the Southall And Brent REvisited (SABRE) cohort.
Diabetes Care 2013;36:383–93.
85. Gholap N, Davies M, Patel K, Sattar N, Khunti K. Type 2 diabetes
and cardiovascular disease in South Asians. Prim Care Diabetes 2011;5:
45–56.
86. Agyemang C, Addo J, Bhopal R, Aikins Ade G, Stronks K. Cardiovascular
disease, diabetes and established risk factors among populations of Sub-
Saharan African descent in Europe: a literature review. Global Health
2009;5:7.
87. Health Survey for England. Health of ethnic minorities. LEEDS, UK: NHS Health
and Social Care Information Centre, Public Health Statistics; 2004 Available
at: http://content.digital.nhs.uk/pubs/hse04ethnic.pdf (accessed November
2, 2016).
88. Stronks K, Snijder MB, Peters RJ, Prins M, Schene AH, Zwinderman AH.
Unravelling the impact of ethnicity on health in Europe: the HELIUS study.
BMC Public Health 2013;13:402.
89. Sivaprasad S, Gupta B, Gulliford MC, Dodhia H, Mohamed M, Nagi D, Evans JR.
Ethnic variations in the prevalence of diabetic retinopathy in people with
diabetes attending screening in the United Kingdom (DRIVE UK). PLoS One
2012;7:e32182.
90. Choukem SP, Fabreguettes C, Akwo E, Porcher R, Nguewa JL, Bouche C, et al.
Inﬂuence of migration on characteristics of type 2 diabetes in Sub-Saharan
Africans. Diabetes Metab 2014;40:56–60.
91. Marchesini G, Bernardi D, Miccoli R, Rossi E, Vaccaro O, De Rosa M, et al.
Under-treatment of migrants with diabetes in a universalistic health care
system: the ARNO Observatory. Nutr Metab Cardiovasc Dis 2014;24:393–9.
92. Osei K, Schuster DP. Metabolic characteristics of African descendants: a
comparative study of African-Americans and Ghanaian immigrants using
minimal model analysis. Diabetologia 1995;38:1103–9.
93. King GL, McNeely MJ, Thorpe LE, Mau ML, Ko J, Liu LL, et al. Understanding
and addressing unique needs of diabetes in Asian Americans, native
Hawaiians, and Paciﬁc Islanders. Diabetes Care 2012;35:1181–8.
94. Lee JW, Brancati FL, Yeh HC. Trends in the prevalence of type 2 diabetes in
Asians versus whites: results from the United States National Health
Interview Survey, 1997–2008. Diabetes Care 2011;34:353–7.
95. Karter AJ, Schillinger D, Adams AS, Moffet HH, Liu J, Adler NE, Kanaya AM.
Elevated rates of diabetes in Paciﬁc Islanders and Asian subgroups: the
Diabetes Study of Northern California (DISTANCE). Diabetes Care
2013;36:574–9.
96. Abouzeid M, Philpot B, Janus ED, Coates MJ, Dunbar JA. Type 2 diabetes
prevalence varies by socio-economic status within and between migrant
groups: analysis and implications for Australia. BMC Public Health
2013;13:252.
97. Hodge AM, Flicker L, O’Dea K, English DR, Giles GG. Diabetes and ageing in the
Melbourne Collaborative Cohort Study (MCCS). Diabetes Res Clin Pract
2013;100:398–403.
98. Dara M, de Colombani P, Petrova-Benedict R, et al. Minimum package for
cross-border tuberculosis control and care in the WHO European region: a
Wolfheze consensus statement. Eur Respir J 2012;40:1081–90.
99. Dara M, Solovic I, Sotgiu G, D’Ambrosio L, Centis R, Tran R, et al. Tuberculosis
care among refugees arriving in Europe: an ERS/WHO Europe Region survey
of current practices. Eur Respir J 2016;48:808–17.
100. Ködiabetesön C, Zucs P, van der Werf MJ. Migration-related tuberculosis:
epidemiology and characteristics of tuberculosis cases originating outside
the European Union and European Economic Area, 2007 to 2013. Euro Surveill
2016;2:1 pii: 30164.
101. European Centre for Disease Prevention and Control/WHO Regional Ofﬁce for
Europe. Tuberculosis surveillance in Europe 2013. Stockholm: ECDC; 2015.
102. US Centers for Disease Control and Prevention. Reported tuberculosis in the
United States. Atlanta: Department of Health and Human Services, CDC; 2015.
103. Japan Research Institute of Tuberculosis. Tuberculosis annual report 2013:
tuberculosis in foreigners. Tokyo: JATA; 2013.
104. Public Health Agency of Canada. Tuberculosis in Canada 2013. Ottawa: Public
Health Agency of Canada; 2015.
105. Toms C, Stapledon R, Waring J, Douglas P. Tuberculosis notiﬁcations in
Australia 2012 and 2013. Commun Dis Intell 2015;39:E217–35.
106. Public Health England. Tuberculosis in the UK 2014 report. London: Public
Health England; 2014.
107. Greenaway C, Khan K, Schwartzman K. Tuberculosis surveillance and screening
in selected high-risk populations. Ottawa: Public Health Agency of Canada;
2014.
108. European Centre for Disease Control and Prevention, WHO Regional Ofﬁce for
Europe. ECDC/WHO EURO. Tuberculosis surveillance and monitoring in Europe,
2015. Stockholm: ECDC; 2016 Available at: http://ecdc.europa.eu/en/pub-
E. Girardi et al. / International Journal of Infectious Diseases 56 (2017) 45–53 53lications/Publications/tuberculosis-surveillance-monitoring-Europe-2015.
pdf (accessed November 2, 2016).
109. Moore-Gillon J, Davies PD, Ormerod LP. Rethinking tuberculosis screening:
politics, practicalities and the press. Thorax 2010;65:663–5.
110. World Health Organization. Framework towards tuberculosis elimination in
low incidence countries. Geneva: WHO; 2014.
111. Caraffa E, Schepisi MS, Gualano G, Parracino MP, Rianda A, Corpolongo A,
et al. The diabetes–tuberculosis co-epidemic: the role of international
migration. Int J Tuberc Lung Dis 2016;20:771–7.
112. Demlow SE, Oh P, Barry PM. Increased risk of tuberculosis among foreign-
born persons with diabetes in California, 2010–2012. BMC Public Health
2015;15:263.
113. Suwanpimolkul G, Grinsdale JA, Jarlsberg LG, et al. Association between
diabetes mellitus and tuberculosis in United States-born and foreign-born
populations in San Francisco. PLoS One 2014;9:e114442.
114. Uchimura K, Ngamvithayapong-Yanai J, Kawatsu L, Ohkado A, Yoshiyama T,
Shimouchi A, et al. Characteristics and treatment outcomes of tuberculosis
cases by risk groups, Japan, 2007–2010. Western Pac Surveill Response J
2013;4:11–8.
115. Leegaard A, Riis A, Kornum JB, et al. Diabetes, glycemic control, and risk of
tuberculosis: a population-based case-control study. Diabetes Care
2011;34:2530–5.
116. Walker C, Unwin N. Estimates of the impact of diabetes on the incidence of
pulmonary tuberculosis in different ethnic groups in England. Thorax
2010;65:578–81.
117. Marks SM. Diabetes and tuberculosis, US National Health Interview Survey,
2000–2005. Int J Tuberc Lung Dis 2011;15:982–4.
118. Pan SC, Ku CC, Kao D, Ezzati M, Fang CT, Lin HH. Effect of diabetes on
tuberculosis control in 13 countries with high tuberculosis: a modelling
study. Lancet Diabetes Endocrinol 2015;3:323–30.119. Odone A, Houben RM, White RG, Lönnroth K. The effect of diabetes and
undernutrition trends on reaching 2035 global tuberculosis targets. Lancet
Diabetes Endocrinol 2014;2:754–64.
120. Getahun H, Matteelli A, Abubakar I, Aziz MA, Baddeley A, Barreira D, et al.
Management of latent Mycobacterium tuberculosis infection: WHO guidelines
for low tuberculosis burden countries. Eur Respir J 2015;46:1563–76.
121. Beagley J, Guariguata L, Weil C, Motala AA. Global estimates of undiagnosed
diabetes in adults. Diabetes Res Clin Pract 2014;103:150–60.
122. Stoddard P, He G, Vijayaraghavan M, Schillinger D. Disparities in undiagnosed
diabetes among United States–Mexico border populations. Rev Panam Salud
Publica 2010;28:198–206.
123. Barcellos SH, Goldman DP, Smith JP. Undiagnosed disease, especially
diabetes, casts doubt on some of reported health ‘advantage’ of recent
Mexican immigrants. Health Aff (Millwood) 2012;31:2727–37.
124. Webb DR, Gray LJ, Khunti K, Srinivasan B, Taub N, Campbell S, et al. Screening
for diabetes using an oral glucose tolerance test within a Western multi-
ethnic population identiﬁes modiﬁable cardiovascular risk: the ADDITION-
Leicester study. Diabetologia 2011;54:2237–46.
125. Testa R, Bonﬁgli AR, Genovese S, Ceriello A. Focus on migrants with type
2 diabetes mellitus in European Countries. Intern Emerg Med 2016;11:319–26.
126. Ottmani SE, Murray MB, Jeon CY, Baker MA, Kapur A, Lönnroth K, Harries AD.
Consultation meeting on tuberculosis and diabetes mellitus: meeting
summary and recommendations. Int J Tuberc Lung Dis 2010;14:1513–7.
127. Harries AD, Kumar AM, Satyanarayana S, Lin Y, Zachariah R, Lönnroth K,
Kapur A. Addressing diabetes mellitus as part of the strategy for ending
tuberculosis. Trans R Soc Trop Med Hyg 2016;110:173–9.
128. Jeon CY, Harries AD, Baker MA, Hart JE, Kapur A, Lönnroth K, et al. Bi-
directional screening for tuberculosis and diabetes: a systematic review. Trop
Med Int Health 2010;15:1300–14.
